Isolated-congenital mitral regurgitation is infrequently seen in adults. In its mechanism, the entire mitral apparatus or different components separately can play a role [Gallet B. Use of echocardiography in mitral regurgitation for the assessment of its mechanism and aetiology for the morphological analysis of the mitral valve. . We report a case of an unusual congenital mitral regurgitation resulting from restriction of the mitral leaflet caused by thick fibrotic tissue connecting left atrial roof and the anterior leaflet precluding sufficient coaptation. To the best of our knowledge, this pathology has never been reported before.
Introduction
Isolated-mitral regurgitation is infrequently found in adults and accounts for ,1% of congenital anomalies of the heart. Transthoracic echocardiography remains the most useful diagnostic tool allowing precise definition of anatomy, function, and sequelae of the lesion. We report a young female patient with a 10 years history of mitral regurgitation in whom transthoracic echocardiography showed an extraordinary valve anomaly leading to severe regurgitation.
Case report
A 23-year-old female student, with a history of congenital mitral regurgitation was referred to Congenital Heart Disease Department for the evaluation of valvular disease. She has remained entirely asymptomatic for many years. Her exercise tolerance was very good allowing riding bicycle and other unrestricted physical activities. However, recently she noted post-exercise palpitation and shortness of breath.
A physical examination revealed vivid pulsation of the cardiac apex which was shifted leftward and inferiorly. A loud systolic murmur (grade III/IV) was audible at the apex radiating to the left. Neither signs of pulmonary congestion nor any other symptoms of overt heart failure were found.
A 12-lead ECG showed normal sinus rhythm with a 1 mm depression of the ST-segment in the V4-V6 leads.
A transthoracic echocardiography revealed grossly abnormal mitral valve. Thickened anterior leaflet of the mitral valve was hooked to the left atrial roof by a thick thread tissue of the same echogenicity as leaflet tissue and normal chordae tendinae (Figure 1) . This was attached to the anterior mitral leaflet in the A2 region. In systole, the additional structure was pulling the anterior leaflet into the left atrial cavity precluding proper coaptation of the leaflets. This mechanism was responsible for severe valvular incompetence. Colour Doppler showed regurgitant flow towards the inferior wall of left atrium and depressed systolic wave in pulmonary veins. Effective regurgitant orifice was 0.9 cm 2 . Left ventricle (LV) was dilated (LVEDD 69 mm, LVESD 40 mm) as well as the left atrium (LAD 50 mm). LV function was well preserved (EF 72%). Mild tricuspid regurgitation enabled the evaluation of RVSP which amounted to 46 mmHg.
Because of recent onset of symptoms (dyspnea and palpitation during exertion), the patient was referred to Cardiosurgery Department, 1 where repair of the valve was performed. Mechanism of the regurgitation was fully confirmed and abnormal chorda was resected. There was still mitral valve incompetence in the water test due to anterior leaflet prolapse. Three artificial chordae were placed to anterior leaflet and a 28 mm Edwards Lifesciences Annuloplasty Mitral Ring was implanted. Competent valve was obtained in the water test.
A post-surgery transthoracic echocardiography showed perfect function of the mitral leaflets without regurgitation. Moreover, the LV and left atrium dimension returned to normal (LVEDD 56 mm, LVESD 33 mm, LAD 32 mm). On a post-operative echo study, RVSP was 35 mmHg. The patient was discharged 10 days after surgery. In a few months follow-up, she remains in excellent condition.
